8
The gram positive bacterium Listeria monocytogenes is able to cause food-borne infections in 9 human such as listeriosis, which develops into fatal sepsis, meningitis and 10 meningoencephalitis (7, 12, 15) . Listeriae are ubiquitously distributed in the environment and 11 are resistant to extreme food manufacturing processes. Recently, L. monocytogenes 12 contamination in a food plant in Canada resulted in 23 casualties along with 57 confirmed 13 cases (Public Health Agency of Canada. www.phac-aspc.gc.
ca). The pathogenic potential of 14
Listeria is further attributed to a growing number of strains resistant to antimicrobial 15 compounds particularly to antibiotics (5, 18). Thus, it has become extremely important to 16 identify novel sources for anti-listerial therapeutics for both clinical and industrial interest. 17
18
The mechanisms of bacterial resistance against cationic antimicrobial peptides (CAMPs) are 19 not clearly understood and there are only few reports relating antimicrobial sensitivity of 20
Listeria (5, 18). Identification of the two component system virR/virS in Listeria revealed its 21
dual role in virulence and resistance against CAMPs (13, 19) . It is known that the 22 transcriptional regulator VirR independently regulates expression of mprF and the genes 23 comprising the dlt operon which are well known for providing resistance against CAMPs of 24 both animal and bacterial origin (2, 19, 22 Galleria. Among the different L. monocytogenes serotypes, the 4b strain, which is mainly 72 responsible for Listeria epidemics, causes high mortality rates in Galleria and shows only low 73 sensitivity to the hemolymph along with the 1/2a strain. In contrast, the 4a serotype was 74 significantly more sensitive to hemolymph antimicrobials compared to the other L. 75 monocytogenes serotypes (Fig. 2) . We also investigated the role of specific virulence-76 associated genes in L. monocytogenes, virR, mprF and dltB, against the antimicrobial 77 hemolymph proteins using isogenic deletion mutants (see supplementary information). We 78 (Fig. 3A) . However, deletion of mprF from non pathogenic L. innocua (see 82 supplementary information) also resulted in a more sensitive strain than it,s wild type (Fig.  83   3A) . 84
85
Our infection studies with Galleria gave similar results as was previously demonstrated in the 86 mouse model. The strains EGD-e∆virR and EGD-e∆mprF (at 10 6 cfu/larva concentration) 87
were strongly attenuated whereas EGD-e∆dltB only showed a partial reduction in 88 pathogenicity compared to the wild type (Fig. 3B) . It has been shown that that deletion of dlt 89 operon from B. cereus resulted in reduced survival of Galleria larvae upon oral infection (2). 
